The molecular mechanisms of sodium taste transduction are not completely understood, especially those responsible for the portion of NaCl's taste in rodents that is not blocked by amiloride. As a prelude to conducting genetic analyses of peripheral NaCl taste responsiveness, we performed multiunit electrophysiological recordings from the chorda tympani (CT) nerve in C57BL/6J (B6) and A/J mice. Mice were anesthetized, the CT was accessed, and taste solutions were flowed over the tongue in order to measure the integrated whole-nerve response. NaCl was delivered before and during application of 100 M amiloride. Pre-amiloride responses were significantly larger in A/J than B6 mice for 1-8 mM NaCl. Responses to NaCl were suppressed significantly by amiloride in both strains and to similar degrees. However, the size of the amiloride-insensitive NaCl response component was significantly larger in A/J mice than in B6 mice for NaCl at 2-16 mM. These data help to explain the prior observation that the strains differ in behavioral taste thresholds for NaCl. Specifically, the results suggest that perception of sodium-specific taste by mice depends on the ratio of amiloride-sensitive and -insensitive responses in the CT, rather than on the absolute level of the whole-nerve response to NaCl or on the size of the amiloride-sensitive component alone. Because the B6 and A/J mice differed in the size of their amiloride-insensitive components, they may prove useful in future genetic work designed to characterize the underlying transduction mechanisms.
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Introduction
Sodium chloride possesses a unique taste quality that distinguishes it from non-sodium compounds. Humans describe this taste as "salty", and non-human species also have the ability to distinguish sodium-containing compounds from chemicals that are not labeled as salty by humans, suggesting that these animals perceive a "sodium-specific taste" (McCaughey and Scott, 1998) . There is also evidence, however, that sodium chloride does not taste purely salty. For example, a sour side-taste of NaCl has been reported by human subjects (Ossebaard and Smith, 1996) .
In rodents, the sodium-specific component of NaCl's taste is thought to be mediated by passage of sodium through amiloridesensitive epithelial sodium channels (ENaCs) found in taste bud cells. Blockade of this mechanism by amiloride results in the loss of perception of NaCl's unique taste quality (McCaughey and Scott, 1998) . Amiloride, however, does not completely block the taste response evoked by NaCl. The insensitive portion is thought to be responsible for the non-sodium-specific taste of NaCl. For example, rats have difficulty distinguishing NaCl mixed in amiloride from KCl (Spector et al., 1996) , and electrophysiological evidence indicates that this is due to the two stimuli evoking perceptions with similar taste qualities (St. John and Smith, 2000) . Several mechanisms have been proposed to mediate the amiloride-insensitive response to NaCl, including passage of sodium through basolateral ENaCs that are inaccessible to amiloride, due to the tight junctions between taste receptor cells (DeSimone et al., 1993) . Another proposed mechanism is a variant of the TRPV1 (or VR-1) channel, which allows sodium as well as other ions to pass (Lyall et al., 2004; Coleman et al., 2011) . However, none of the proposed mechanisms has been definitively proven to be responsible for the amilorideinsensitive component of NaCl taste. The mechanisms for human salt taste are even less clear. Recent findings have linked variation in the genetic sequences that code for ENaC and TRPV1 to variation in suprathreshold ratings of NaCl (Dias et al., 2013) , but amiloride has been found to not reduce perception of saltiness in human subjects (Ossebaard and Smith, 1996) .
The involvement of ENaC, and possibly TRPV1, does not preclude a role for other proteins in the gustatory transduction of sodium and the preference for NaCl in rodents. One means of discovering such mechanisms will be to take advantage of the wide variation that mouse strains display in their taste responses to sodium. This variation includes differences in taste nerve responses
